A macrophage migration inhibition test carried out using the supernatant from the lymphocyte culture, presumably carrying the 'Iymphokine' and guinea-pig macrophages, showed that there was inhibition of migration in those tubes containing supernatant that came from the 'stroma' culture. Normal controls did not show this inhibition. These tests, then, in two parameters, show that the patient had delayed hypersensitivity to her own and, to a lesser extent, 4normal' group 0 red cell stroma.
Dr K D Crow: Is it possible that the erythrocyte sensitization is produced in the first place by the patient pinching the skin and causing extravasation of blood, i.e. an ordinary bruise? Once sensitization has occurred, subsequent pinching will produce the features of the painful bruising syndrome. Dr A Jarrett: Dr Boxley has shown that the patient is sensitive to phosphatidyl serine of the red cell membrane. This is a nonspecific component of the red cell, and therefore I would expect the patient to react not only to her own red cells but also to those from diverse sources.
Dr Boxley: As regards the red cells having to be the patient's own, I agree that the hypersensitivity seems to be to a constituent (very probably phosphatidyl-Lserine) of any red cell stroma, and K Hersle & H Mobacken (1969, Brit. J. Derm. 81, 574) have proposed that the prefix 'auto' be dropped from the name of the syndrome.
Necrolytic Migratory Erythema with Pancreatic Carcinoma D S Wilkinson MD FRCP (Wycombe General Hospital, High Wycombe, Buckinghamshire) H R, woman aged 55. Housewife History: This patient was shown at the Section's meeting in January 1970 under the title: 'Pustular psoriasis with features of epidermal necrolysis' (Turner 1970), having presented just over a year previously with vulvitis and crumbling toenails, and later showing an irregular, often partly circinate, erythematous eruption with pseudobulla formation (Fig 1) . She also had mild diabetes, a red raw tongue, evidence of minimal malabsorption and a persistently raised ESR. Dr R E Church suggested an alternative diagnosis, remarking on the similarity between this case and a patient he had described (Church & Crane 1967 ) who proved to have an islet-cell carcinoma of the pancreas. pancreas about 2 cm in diameter was found; a few small nodular lesions were present around the pancreas, presumably metastases, and several nodules were apparent in the liver, one of which was biopsied, immediate frozen section confirming adenocarcinoma. Although the primary tumour was resectable, it was decided not to proceed further because of the liver metastases.
Progress: The erythema has waxed and waned, but has lost the original necrolytic features, waves of irregular erythema being followed by crusting, desquamation and return to normal skin. The rash almost completely cleared on two occasions following two-week courses of tetracycline. Her weight remains steady and her diabetes is under control on tolbutamide 500 mg b.d.; her general health is excellent but a routine chest X-ray recently showed signs suggestive of tuberculosis at the left apex (presumably steroidactivated, since she has been taking prednisolone since April 1969) and she was started on 2.2.71 on rifampicin and isoniazid in standard doses. This has not influenced the rash.
Investigations: Staphylococcus aureus has been cultured repeatedly from affected and normal skin; phage typing has indicated that the organism is consistently the same, namely 52/52A/80/6/42E/47/53/54/75/81/83A/42D. Intradermal tests with bovine trypsin, bradykinin, kallikrein, saline, her own serum, and a cell-free filtrate of the staphylococci grown from her skin, all give no reaction.
Histology: Skin biopsy shows a striking necrolysis of the upper part of the epidermis, with pseudobulla formation. Biopsy of the liver metastasis shows a well-differentiated adenocarcinoma with considerable fibrosis. Comment: Although the patient's health remains good, the prognosis is uncertain. The mechanism of production of the skin lesions constitutes a problem, as does their treatment. This case is to be published in greater detail after further investigation and observation of the clinical course, in Trans. St John's Hosp. derm. Soc. (Lontd.).
Dr R E Church: I admire the apt name which Dr Wilkinson has coined for the skin eruption. However, I would point out that the rash is not the only clue to the diagnosis, the red smooth sore tongue and mild diabetes being present in this patient as well as in my own case and that described by S W Becker, D Kahn & S Rothman (1942, Arch. Derm. Syph. (Chic.) 45, 1069) . These patients also suffered from a normochromic anmmia which resisted treatment.
Dr N R Rowell: At Leeds, in 1958, a 50-year-old woman under the care of Dr J T Ingram, with an identical but more severe eruption, died from a spheroidal cell carcinoma of the body of the pancreas with hepatic metastases. She had had anorexia and loss of weight for three years and the rash developed eighteen months before her death. In addition to widespread erythematous weeping lesions in the groins, lower abdominal wall and perineum, she had large annular crusting and peeling lesions on the hands, feet, legs, buttocks and elsewhere, together with a red tongue, crusting around the mouth and dystrophic nails.
The serum albumin and calcium (7 0 mg/100 ml) were low and there was an anamia (Hb 7X3 g/100 ml) but serum B11, folic acid excretion test and bonemarrow examination were normal. A barium meal showed a malabsorption pattern but a fat balance was normal. Serum amylase was normal but trypsin activity of the faces was decreased. Glucose tolerance was normal.
An epigastric mass became palpable, and the diagnosis was made by laparotomy. She died three days later; autopsy showed extensive metastases in the liver but not elsewhere.
Dr L Forman: Curtis, in the discussion on Szymanski's and Bluefarb's paper on nodular fat necrosis and pancreatic diseases (A C Curtis, 1961, Arch. Derm. 83, 229) , suggested that the pancreatic enzymes lipase and trypsin were concerned in the vascular damage and splitting of fat. Could circulating pancreatic trypsin be responsible for the epidermal necrolysis in Dr Wilkinson's case ?
Dr Wilkinson: The eruption may well be due to some disorder of pancreatic enzymes, and the apparently favourable effect of the courses of tetracycline to an action on pancreatic lipases (A R Shalita & V Wheatley, 1970, J. invest. Derm. 54,413) .
Dr A Jarrett: I agree with Dr Forman that pancreatic enzymes are likely to be responsible for the skin eruption. It is known that lesions of the pancreas may cause a rise in blood pancreatic lipase, and this enzyme could well give rise to the pattern of epidermal pathology seen in the histological sections.
The following cases were also presented:
(1) Xerodema Pigmentosum (2) 
